Introduction
Cigarette smoking is a useful human model of chronic inflammation and it is well known that inflammation may contribute to the destruction and remodelling of normal lung architecture. Cigarette smoking, exposing the surface of the lower respiratory tract to more than 4000 chemical constituents, 2 has been associated with an inflammatory process. 3 Table 1 , COHb levels critically depended on both the number of cigarettes and the time of exposure to cigarette smoke. The decay of COHb in the blood of the rats was also evaluated after they had smoked three cigarettes for 1 h and after they were returned to the normal environment. As shown in Fig. 1 The appraisal of the kinetics of alveolar macrophages after acute smoking compelled us to evaluate the eventual activity of these cells by measuring the release of TNF0. As shown in Table  2 , alveolar macrophages, collected at various times after acute smoking and incubated for 24, 48 and 72h at 37C in a humidified atmosphere, spontaneously released variable amounts of TNF0, which were higher 8 h after the smoking session. Moreover TNF0 production increased up to 24 h and varied little in the following days of incubation (Table 2 ). Neither alveolar macrophages of air-sham exposed rats, nor peritoneal macrophages of both control and smoking rats were able to release TNF0, which was also absent either in the supernatants of BAL and PL or in plasma. When alveolar macrophages of control and smoking rats, collected 0, 8 and 24 h after the smoking session and incubated for 24 h at 37C, were challenged with LPS, they released much more TNF0 (Fig. 3) but, in such a case, the TNF0 release was significantly lower for the smoking group with respect to the control rats.
Discussion
These studies provide data on the short-term effects of acute cigarette smoking in rats. It is known that cigarette smoking in rabbits and in man causes a 
